Partial duplications of 10p and 13q in association with partial deletions ofother chromosome segments have been variously reported. We describe here a female child with multiple congenital abnormalities and combined partial duplications of 10p and 13q resulting from a 3:1 segregation of a maternal t(10;13)(p13;q22). In comparing the phenotypic features of the two chromosome imbalances, the expression of features typical of partial duplication lOp appeared more pronounced.
palate. As the majority of patients have inherited the abnormal derivative 13 from a balanced reciprocal translocation carrier, clinical variability may exist depending on the influence of the second chromosome defect on the phenotype. This has been borne out in our proband whose non-specific features, including microphthalmia, nystagmus, clinodactyly, mental retardation, and hypotonia, have been commonly observed in various chromosome abnormalities. These, however, when seen in addition to the box shaped, prominent forehead, abnormal hair whorl pattern and backswept hair, mid-thoracic scoliosis, and dextrocardia, do represent features of the readily recognisable duplication lOp syndrome, generally associated with most of the short arm of chromosome 10 from lOpll.I 8 The breakpoint in the proband was more distal, at p13, involving a smaller segment from l0pl,3-pter, and the extent of dysmorphism and the severity of the growth and motor delay was less marked than in complete duplication lOp. Craniofacial changes have included plagiocephaly rather than dolichocephaly, short and not large palpebral fissures, with absence of mouth and palate deformities. Longer survival in partial distal duplication lOp has been noted.' Presumably, the severe organ malformations and skeletal anomalies often observed in serious cases of complete duplication lOp could involve the proximal short arm segments. 
